RESEARCH AREA

University of Debrecen
Faculty of Dentistry
Department of Dental Biochemistry

Address: Egyetem tér 1., H-4032 Debrecen, Hungary

SELECTED PUBLICATIONS

Our research group is interested in understanding the
mediobiological significance of the efferocytosis (clearance
of dead cells) program. Every day 1 billion cells die in our
body, mainly as part of the tissue cell turnover. But cells
are dying also during infections, or tissue injury. Dead
cells generated as part of the tissue turnover are cleared
by tissue resident macrophages, while those generated
during ipathological processes by bone marrow-derived
macrophages. These cells not only engulf and degrade
dead cells, but during efferocytosis an anti-inflammatory,
tissue regenerating program is activated in them. If this
program is disturbed, chronic inflammatory diseases and
wound healing deficiencies develop.We are investigating
efferocytosis in the thymus, where immature thymocytes
develop, in skeletal muscle injury and the obese adipose
tissue by using various genetically modified mice. Our aim is
to treat chronic inflammatory diseases and wound healing
more efficiently by understanding the elements of the
efferocytosis program.

TECHNIQUES AVAILABLE IN THE LAB

+ Planning and maintaining experiments with laboratory
mice.

+ Experiments with cell cultures.

- Isolation of primary cells from animals

« FACS analysis of cells

« Histological stainings and analysis of tissues

« Western blot technique

+ gRT PCR technique

« ELISA

+ Insulin and glucose tolerance tests

« Efferocytosis assay
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